SUMMARY A patient was shown to have acute arthritis in a metacarpophalangeal joint, with local calcification indicated by x-rays. Surgical and pathological examinations showed strictly intra-articular apatite crystal deposits and an erosive osteoarthritis. These crystal deposits could account for the synovial,inflammation; they are thought to be related to bone fragments embedded in the synovium. The predisposing role of previous local injections of corticosteroids is debatable.
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During the past decade hydroxyapatite (HA) tion of mobility in the cervical spine, the rest of the crystals have been considered as possible initiating articular examination was normal.
factors of acute inflammatory osteoarthritis. RADIOLOGICAL DATA X-rays taken during the-period of acute flare-up revealed joint space narrowing of the second metacarpophalangeal joint with dystrophic remodelling of the metacarpal head, and calcified deposits ( Fig.  2b and c). Arthrography showed a dilated and villous synovial cavity, in contrast to normal appearance4 (Fig. 2d ). X-rays taken seven years previously had shown only mild narrowing of the joint space (Fig. 2a) . In addition moderate signs of osteoarthritis in distal interphalangeal joints were noted and juxta-articular calcifications of the right supraspinatus tendon near its trochanteric insertion, and of the medial ligament of the left knee near its origin. No signs of chondrocalcinosis were seen in the knee, shoulder, or wrist joints.
PATHOLOGICAL DATA Synovial fluid contained about 100 000 leucocytes/ mm3 (100 x 109/l) (98% polymorphonuclear) but no birefringent crystals; it was sterile. Calcium clumps stained with alizarin red S5 were shown by scanning electron microscopy to consist of microspheroids (8) (9) (10) 
Discussion
The findings of this case imply that a severe inflammatory arthropathy may be caused by intraarticular HA deposits. Analyses of synovial fluid and surgical specimens failed to show CPPD crystals, the calcium salt generally considered responsible for acute microcrystalline arthritis. The inflammatory properties of HA crystals, both in intra-and juxta-articular location, have been well demonstrated.2 6 7 In this case initial x-rays did not show periarticular calcifications of the second MCP joint (Fig. 2a) . It is interesting to note that a circular area of opacity, probably a juxta-articular HA deposit, was found on the radial aspect of the third MCP joint; it was asymptomatic and its shape remained unchanged in the latest x-ray ( Fig. 2a and b) .
Intra-articular HA deposits might come from the basal calcified plate of articular cartilage or from subchondral bone of abraded articular surfaces, or from both. This origin is suggested in our case by the discovery of fine calcified debris embedded within the synovium, though HA deposits observed by electron microscopy were not associated with any collagen network, which one would expect with broken down cartilage or bone. This discrepancy might be explained by the crystallisation of calcium phosphate released during the dissolution of preexisting HA crystals in bone debris. Such a process would be comparable to the mineral redistribution which has been reported in the growing skeleton. 8 The importance of the osteoarticular erosions in our case is shown by the high level of synovial hydroxyproline compared with reported normal values in plasma (1-3-1 8 mg/l) and with values in the synovial fluid of osteoarthritic shoulders.6 Erosive osteoarthritis with abrasion of exposed and eburnated bone, which is associated with HA crystal deposits, has already been observed.' 2 9-1l The origin of this severe osteoarthritis is unclear. A predisposition is indicated by the presence of Heberden's nodes. Occupational microtraumas could also have a predisposing role, as could the depot formed by repeated injections of corticosteroids (whose crystal length is about 10 Rm).
Development of joint calcifications by corticosteroids has been suggested in rheumatoid arthritis. 12 13 HA crystal deposits have been found only in intraarticular locations in this case. Generally they are found in extra-articular sites as dystrophic calcifications at the insertion of tendons, or ligaments. The distinction between these two kinds of HA deposition disease which are different in nature could be useful in assessing possible risks of local corticosteroid therapy. 
